The ovulatory effect of LH is mediated by prostaglandins, the synthesis of which involves prostaglandin synthetase and phospholipase A2 (PLA2 
Introduction
The mid-cycle LH surge is essential for the occurrence of ovulation and is accompanied by a rise in prostaglandin concen¬ trations and prostaglandin synthetase activity within the ovary which remain high until the time of ovulation, some 12 h later (Le Maire et al, 1975; Bauminger and Lindner, 1975 (Bauminger and Lindner, 1975) and in granulosa cells in vitro (Clark et al, 1978) and inhibition of prostaglandin synthesis (using indomethacin) just before the expected endogenous prostaglandin rise inhibits ovulation. This effect can be reversed, in rats, by treatment with exogenous PGE2 (Armstrong and Grinwich, 1972; Lindner et al, 1980; Poyser, 1987) .
LH can stimulate the expression of prostaglandin synthetase activity in granulosa cells of pre-ovulatory follicles (Clark et al, 1978; Hedin et al, 1987; Sirois and Richards, 1992; Sirois et al, 1992) and presumably this is the cause of increased concen¬ trations of prostaglandins. However, the rate-limiting step for prostaglandin synthesis is the availability of the prostaglandin precursor arachidonic acid which is released from membranebound phospholipid stores by the enzyme phospholipase A2 (PLA2) (Irvine, 1982) . It seems likely, therefore, that PLA2 activity may also rise over the pre-ovulatory period (Bauminger and Lindner, 1975; Poyser, 1987) . As far as we know, the possi¬ bility that LH induces ovarian PLA2 activity has not been investigated, nor has the alternative consideration that the pre¬ ovulatory rise in oestradiol might affect ovarian PLA2; this seems feasible since oestradiol can stimulate PLA2 in the uterine endometrium (Dey et al, 1982; Bonney et al, 1987) .
As the presence of PLA2 activity in the rat ovary has not as yet been (Bonney, 1985; Bonney et al, 1987) (Fig. 3) . Substrate concentration (nmol per tube) Fig. 3 . The effect of substrate (l-palmitoyl-2-oleoyl phosphatidylcholine) concentration on PLA2 activity. Enzyme activity is expressed as nmol oleic acid released mg~! protein h_I.
The addition of low concentrations of to the incubation medium increased the activity of the enzyme (Fig. 4) (Kramer et al, 1991; Tremblay et al, 1992) and with the PLA2 of human myometrium and endometrial stromal tissue, which is calcium independent and optimally active at neutral pH (Bonney et al, 1987; Bonney and Wong 1988) .
In the normal physiological situation, follicular rupture takes place only after the occurrence of the preovulatory LH surge.
There is good evidence that LH induces the synthesis of prosta¬ glandins from both thecal and granulosa cells and, depending on the species, either PGE2 (rats) or PGF2a (rabbits, pigs, monkeys) then cause the rupture of the thecal wall (see Poyser, 1987 Lindner, 1975; Sirois et al, 1992) . The prostaglandin synthetase in the rat ovary is a specific isoform of the enzyme, selectively responsive to gonadotrophins and found only in the granulosa cells of preovulatory follicles (Sirois and Richards, 1992; Sirois et al, 1992) . This enzyme acts on the prostaglandin precursor, arachidonic acid, converting it to PGG2 and PGH2. However, as mentioned earlier, the rate-limiting step for prostaglandin syn¬ thesis is the availability of arachidonic acid and it is possible that LH might also act to enhance PLA2. Thyroid-stimulating hormone can increase PLA2 activity and thence prostaglandin production in the thyroid (Haye et al, 1973) 
